Man, aged 50, of average build. Company director. Previous history: Health good, apart from periodic attacks of mild indigestion. No history of chest disease or previous operation.
Present history: 7.10.64: Felt unwell, with mild indigestion. He returned home early from work, and had a light meal of boiled fish before retiring to bed.
He awoke in the early hours of the next day, with epigastric discomfort which he tried to relieve by retching, to induce vomiting. On his third attempt, he produced a substantial fluid vomit, and during this vomit he experienced a sudden severe constricting pain behind the sternum, radiating into the back and aggravated by inspiration.
On admission (3 a.m., 8.10.64): A very ill patient, with rapid short respirations, peripheral cyanosis and cold extremities. Pulse 90, blood pressure 130/90. Therje was quite marked surgical emphysema of the su.praclavicular regions. The jugular venous pressir'e was raised to the jaw. Breath sounds were slightly diminished at the left base. A mediastinal 'crunch' (Hamman's sign) could be heard over the base of the heart. Generalized abdominal rigidity was present with epigastric tenderness and absent bowel sounds.
Investigations: Emergency chest X-ray showed surgical emphysema of the mediastinum and neck; there was slight shadowing at the left base, but both lungs were well expanded.
Treatment: A diagnosis of ruptured cesophagus was made, and immediate surgical exploration was undertaken, using a left thoraco-abdominal approach. A half-litre of dark green fluid was present in the left pleural cavity. A loculated area 29 was present in the left inferior pulmonary ligament, containing semi-solid material. When this was cleaned, a 2 5 cm vertical rent in the left posterior aspect of the aesophagus was found, just above the diaphragm. The oesophagus was otherwise normal in calibre and mobility. There was evidence of chronic duodenal ulceration. The tear in the cesophagus was cleaned and repaired with two layers of 100 thread interrupted sutures. The wound was closed with an underwater drain, a gastrostomy feeding tube having been inserted.
Post-operative course: Intravenous fluids and antibiotics were commenced, with underwater suction to the chest drain. Gastrostomy feeding replaced intravenous fluids, and the chest drain was removed on the fourth day. A small loculated effusion required aspiration on the eighth day, although 'the patient was afebrile. Gastrografin swallow on the twelfth day showed apparent healing of the cesophagus, the gastrostomy tube was withdrawn and normal feeding was begun. The wounds healed satisfactorily, and the patient was discharged three weeks after operation.
Comment
Attention was drawn to this uncommon, but not rare, condition by Barrett (1946) . The first report, by Boerhaave, concerned a Dutch Grand Admiral who died with complete disruption of the aesophagus in 1723.
The most common site of rupture is in the lower cesophagus, just above the diaphragn, more usually on the left side. There are only 4 recorded cases in the mid-oesophagus, and one in the cervical (esophagus (Lancet 1963). Rupture occurs, in most instances, during or after severe repeated vomiting, but may occur with abdominal straining for other reasons as in deftcation or parturition. It may occur silently, usually following an operation.
The points of diagnosis, which are not always all present, are the history of vomiting or straining and the sudden onset of pain; marked shock and cyanosis; surgical emphysema and/or hydropneumothorax; abdominal rigidity and tenderness. The differential diagnosis includes perforated peptic ulcer and spontaneous pneumothorax, depending on whether abdominal or chest signs predominate. It is often difficult to make an early diagnosis, especially in the absence of surgical emphysema.
The first successful operative repair was reported by Barrett (1947) . There have been some recoveries with conservative treatment, but the best results follow early surgical repair (Sealy 1963) .
Malignant Nonfunctioning Islet Cell Tumour of the Pancreas in a 14-year-old Girl C Wastell FRCS (for Professor Harold Ellis Mch)
Islet cell tumours of the pancreas are becoming of increasing interest and importance as their pathological physiology is being elucidated. In certain cases, it is difficult to distinguish them from carcinoid tumours of the pancreas. The following case presents some unusual features.
History: The patient, a schoolgirl, had been in perfect health until she suffered an attack of vomiting which occurred in the mornings and lasted several days. Following this, anorexia and malaise developed, and one month after the onset of symptoms she became jaundiced. The jaundice was associated with dark urine, pale stools and itching, and about two weeks after its onset she was noted to be extremely pale. The patient's mother and father are both alive and well, she has one older sister and there is no family history suggestive of endocrine disease. There are no relevant previous illnesses.
She was admitted to the West Kent General Hospital where it was found that her heemoglobin was 3-1 g/100 ml and her total serum bilirubin 3.4 g/100 ml. Soon after admission to hospital she had a heematemesis and mehena and was given 4 pints of blood.
Barium meal (Fig 1) showed a filling defect in the second part of the duodenum indenting its medial wall, the appearances being suggestive of a primary lesion in the head of-the pancreas.
The csophagus, stomach and the rest of the duodenum were normal. She was then transferred to Westminster Hospital.
On examination she was pale, jaundiced and appeared to have lost weight. The liver was palpable 3 in. beneath the right costal margin and several scratch marks were present on the skin of the arms, legs and abdomen. There were no other abnormal physical signs.
Investigations: The following investigations established the diagnosis of obstructive jaundice with minimal secondary hepatocellular damage: Hb 77 %. Unconjugated bilirubin 1-4, conjugated bilirubin 4-8, total bilirubin 6-2 mg/100 ml. Serum alkaline phosphatase 103 K-A units. SGOT 40 i.u. SGPT 46 i.u. Thymol turbidity 1. Thymol flocculation 0. Mercuric chloride 6. Serum electrolytes normal. Prothrombin activity 47 %. Chest X-ray and straight X-ray of abdomen revealed no abnormality.
The patient was given vitamin K intramuscularly and the bowel was prepared for operation, with neomycin.
Laparotomy (Professor Harold Ellis): This was performed just under three months after the onset of her symptoms. A hard mass 2-5 in. in diameter was found in the head of the pancreas with the second part of the duodenum stretched over it. The gall-bladder and bile ducts were tense and distended. The spleen was about twice normal 
